Coronary artery spasm is a recognized cause of myocardial infarction. This report describes a case of myocardial infarction attributed to pure coronary spasm which was halted by a double perfusion with streptokinase and nitroglycerin. Further coronary artery spasm leading to a myocardial infarction could not be avoided several weeks later, although the patient was left on calcium channel blocker therapy. The two attacks were not preceded by warning angina pectoris, contrary to accepted belief. The best objective ofend-point drug therapy and its assessment in vasospastic angina are discussed.
Introduction
Coronary artery spasm alone or superimposed on an atheromatous lesion is now recognized as a cause of myocardial infarction.' Our therapeutic approach has therefore been directed not only towards treating factors which increase myocardial oxygen demand but also to modulating smooth-muscle contraction responsible for the coronary artery spasm. Calcium channel blockers and nitroglycerin compounds are potent smooth-muscle relaxing drugs and are effective in suppressing spasm-induced angina. However, nitroglycerin, even intracoronary administered after induced coronary spasms, has sometimes been unable to reverse the spasm.2 We present a patient free from arteriosclerotic coronary artery disease who developed pure vasospastic myocardial infarction in spite of calcium channel blocking therapy.
A 63 year old woman was admitted to the coronary care unit (CCU) with constrictive precordial pain. Serial electrocardiograms (ECG) demonstrated hallmarks of an evolving inferior myocardial infarction: ST segment elevation with upward convexity and inverted T wave in lead II, III, and aVF, reciprocal ST segment depression in anterior leads. Those modifications were refractory to sublingual dinitrate isosorbide administration ( Figure 1 ). The patient was therefore put on a peripheral streptokinase thrombolysis Figure 1 Electrocardiogram at entry The tracing shows marked ST segment elevation in leads . III (Figure 2 ). At the time of discharge the patient was free of congestive heart disease and residual angina pectoris.
Discussion
In recent years many investigations have indicated that coronary spasms play a role in variant, resting and exertional angina, and acute myocardial infarction. 4 hours after oral administration may leave patients susceptible to attacks. Holter 24-hour ECG recording seems the most appropriate technique to ascertain actual control of the disease because prevention of myocardial ischaemia rather than prevention of recurrent precordial pain attacks should be the goal of therapy.
The case suggests also that myocardial infarction induced by coronary vasospasm may occur in a coronary artery tree totally free of fixed atheromatous obstruction, and, secondly, that this kind of pure vasospastic myocardial infarction can occur without any warning angina.
